We are studying whether neural progenitors alter their mode of cell division upon injury by analysing the orientation of cell division in regenerating and non-regenerating spinal cord cells. We are also examining whether there is a switch from asymmetric, neurogenic, to symmetric, proliferative divisions that would lead to an expansion of the progenitor pool. Moreover, additional mechanisms such as cell rearrangements or an increased proliferation rate may certainly contribute to the lengthening of the tube. We will approach these issues by following the distribution, the total cell number and the shape of clones over time in the regenerating versus non-regenerating part of the spinal cord.
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These studies are being combined with gain-and loss-of-function assays by electroporating dominant negative and constitutively active forms of proteins known to have a role in regeneration.
Taken together we aim to shed some light into how the molecular signals alter progenitor cell proliferation and self-renewal in order to regenerate a fully functional spinal cord. 
